Trypanosoma cruzi: effect of protein kinase inhibitors and cytoskeletal protein organization and expression on host cell invasion by amastigotes and metacyclic trypomastigotes.
Although trypomastigotes are regarded as the classic infective forms of T. cruzi, amastigotes generated extracellularly or released from infected cells during lysis may circulate and infect other cells. We have compared the infectivity of metacyclic trypomastigotes and extracellular amastigotes toward HeLa and Vero cells and observed that amastigotes were capable of invading both HeLa and Vero cells to a much higher degree than the corresponding metacyclic forms. Second, cell microfilament or microtubule disruption inhibited amastigote but not trypomastigote entry. Third, cells with altered expression in cytoskeletal components (ABP or gelsolin) internalize amastigotes and trypomastigotes with highly contrasting fashion. Fourth, protein kinase inhibitors such as genistein and staurosporine affect the internalization of amastigotes and trypomastigotes in a host-cell-dependent manner. Our results suggest that extracellular amastigotes and metacyclic trypomastigotes utilize mechanisms to invade host cells with particular features for each T. cruzi form and for each host cell. When internalized, both forms associate to lysosomes of HeLa cells.